Childhood violence exposure is a prevalent public health problem. Understanding the lasting impact of violence requires an enhanced appreciation for the complex effects of violence across behavioral, physiologic, and molecular outcomes. This subject matched, cross-sectional study of 80 children explored the impact of violence exposure across behavioral, physiologic, and cellular outcomes. Externalizing behavior, diurnal cortisol rhythm, and telomere length (TL) were examined in a community recruited cohort of Black youth. Given evidence that genetic variation contributes to individual differences in response to the environment, we further tested whether a polymorphism in the oxytocin receptor gene (OXTR rs53576) moderated associations between violence and youth outcomes. Exposure to violence was directly associated with increased externalizing behavior, but no direct association of violence was found with cortisol or TL. Oxytocin genotype, however, moderated the association between violence and both cortisol and TL, suggesting that pathways linked to oxytocin may contribute to individual differences in the physiologic and molecular consequences of violence exposure. Sex differences with OXTR in cortisol and TL outcomes were also detected. Taken together, these findings suggest that there are complex pathways through which violence exposure impacts children, and that these pathways differ by both genetic variation and the sex of the child.
Introduction
Violence exposure, both in the home and in the community, is a public health problem with implications for youth (Richters, 2017; Cooley-Quille, 2001; Finkelhor et al., 2015) . Although linked to overlapping negative consequences that are often co-occurring, the impact of violence exposure, at both the community and household level, across multiple outcomes has seldom been examined concurrently in youth (Theall et al., 2017) . Despite evidence that gene by environment interactions influence a range of different outcomes in relation to violence, few studies have explored how genotype moderates the impact of violence in youth (Martinez-Torteya, 2009; Caspi, 2002) . Given the unfortunate prevalence of violence coupled with the established links between violence and adverse behavioral, physiologic, molecular, and health outcomes, defining how violence exposure interacts with genetic factors to influence both vulnerability and resilience in children is paramount (Moylan, 2010; Suglia, 2010; Shalev et al., 2013; Fowler, 2009) .
One established consequence of violence exposure is externalizing behavior, including impulsivity, aggression, and oppositional behavior (Moylan, 2010; Appleyard, 2005) . Externalizing behavior in childhood is associated with higher rates of later delinquency, perpetration of violent acts, imprisonment, and maladjustment (Farrington, 1991; Campbell, 2000; Wakefield and Wildeman, 2011) . Typically, externalizing behaviors increase over childhood, with males demonstrating more externalizing behavior than females later in development (Miner and Clarke-Stewart, 2008; Deater-Deckard, 1998) . Multiple studies have linked violence and externalizing behavior. Children and adolescents exposed to domestic violence and physical abuse exhibit higher rates of externalizing behavior, premeditated aggression, fighting, and trouble in schools (Moylan, 2010; Deater-Deckard, 1998; Aisenberg and Herrenkohl, 2008) , which subsequently is associated with adult criminal violence and higher suicide rates (Farrington, 1991; Swogger and et al, 2015; Coêlho et al., 2016) . This link between violence and aggression appears to be stronger in boys, although this may reflect increased exposure to violence in boys (Deater-Deckard and Dodge, 1997; Brookmeyer et al., 2005; Ozer and Weinstein, 2004; Selner-O'Hagan, 1998; Martel, 2013) .
Violence exposure also impacts physiologic pathways, including the Hypothalamic-Pituitary Adrenal (HPA) axis, a primary stress-response
